Received 5 April 1982/Accepted 18 June 1982 Three of four blood cultures from a patient with possible endocarditis were positive for a new species of Enterobacteriaceae which is named Cedecea neteri. This is the first reported case of bacteremia caused by a strain of Cedecea.
The name Cedecea was recently proposed for a unique new genus in the family Enterobacteriaceae previously known as Enteric Group 15 (4) . Strains of Cedecea resemble strains of Serratia because they are lipase (corn oil) positive and are resistant to cephalothin and colistin. However, unlike Serratia strains, Cedecea strains do not hydrolyze gelatin or DNA. Two species were originally named in Cedecea, C. davisae and C. lapagei, but DNA-DNA hybridization indicated that three other groups were distinct and should be considered as three additional species (4) . These latter three groups were not given scientific names because only one strain was available for each. Instead, the names "Cedecea species 3," "Cedecea species 4," and "Cedecea species 5" were used (4) . None of the original 17 strains of Cedecea were from blood or spinal fluid, so there was doubt whether Cedecea would prove to be clinically significant. Similarly, Bae and co-workers (1) recently reported two isolates of C. davisae that were from sputum, but the role of these isolates in causing pneumonia was doubtful. Since the original description of Cedecea species 4, three additional strains have been studied. Because the isolate of Cedecea species 4 in the present case report was clinically significant, we propose the scientific name Cedecea neteri sp. nov. to facilitate communication about this new species.
A 62-year-old white man with a history of valvular heart disease was admitted to the Veterans Administration Hospital, Wood (Milwaukee), Wis., on 30 May 1981 because of recurrent fever and shaking chills of 4 days' duration. The illness began abruptly and was accompanied by painful urination. Four weeks before the patient's admission, a dentist had prescribed an oral antimicrobial agent for 2 days before filling a cavity. The patient's history was not significant except for a heart murmur since the age of about 22. In 1976, aortic valvular stenosis and insufficiency were found when cardiac catheterization was done.
Physical examination indicated that the man was acutely ill but alert. The temperature was 101.8°F (38.8°C), the pulse rate was 80 beats per min, and the blood pressure was 120/80. There was a harsh grade III holosystolic murmur at the base of the heart and a high-pitched grade I diastolic murmur along the left sternal border. There were no signs of congestive heart failure, and there were no extracardiac findings of bacterial endocarditis or costovertebral angle tenderness. An examination done on hospital day 2 indicated that the prostate was firm and not tender. Laboratory findings included a hemoglobin level of 13.3 g per 100 ml, a hematocrit reading of 40%, and a leukocyte count of 12,700, with a left shift of the differential cell count. Urinalysis was normal except for 3+ protein (Chemstrip 7; Bio-Dynamics, Indianapolis, Ind.). Microscopic examination of urine on hospital day 1 (before antibiotics) indicated 0 to 4 leukocytes and 0 to 2 erythrocytes per high-power field. The results were similar on hospital days 2 and 15. The rheumatoid arthritis latex test was negative. A chest X ray showed only minimal enlargement of the heart, but an electrocardiogram indicated left ventricular hypertrophy (enlargement of the myocardium of the ventricle). X rays of the gastrointestinal tract and ultrasonography of the genitourinary tract failed to show a structural abnormality. Three urine cultures taken on hospital days 1 and 2 (one was taken before antibiotics were started) were sterile. A sputum culture taken on hospital day 2 grew normal flora only. On hospital day 1, before antibiotics were started, four blood culture sets were drawn, each set heart valves were seen on the echocardiograms. However, antimicrobial therapy was continued for 4 weeks for possible bacterial endocarditis. On hospital day 10, the minimal bacteriocidal concentrations in the patient's serum (against his blood isolate) drawn 30 min before and 30 min after an infusion of cefamandole were 1:4 and 1:32, respectively. At this time, the patient was also receiving gentamicin, 130 mg intravenously every 18 h, but the exact timing of the gentamicin on this particular day was not clear from the chart.
The patient had an uneventful recovery and was discharged from the hospital on day 32. He was doing well when examined in the outpatient clinic 4 weeks after discharge, and blood cultures (both aerobic and anaerobic) taken in the outpatient clinic on days 34, 52, 87, and 105 were negative. This appeared to be a communityacquired rather than a nosocomial infection, since the patient was admitted with fever and other symptoms and had no known exposure to the hospital in the preceding 4.5 
